Idiopathic hypoparathyroidism is a rare condition and has been reported in association with autoimmune Addison's disease, hypothyroidism, diabetes mellitus and ovarian failure (Blizzard et al. 1966) .
We report a case of rheumatoid arthritis complicated by both Sjogren's syndrome and hypoparathyroidism.
Case report
A 61-year-old Caucasian female presented to the Rheumatology Clinic in January 1978, complaining of an exacerbation of her arthritis and dryness of her eyes. Seropositive rheumatoid arthritis had been diagnosed in 1957 and she had undergone surgery to the hips, knees and feet and had received a number of non-steroidal anti-inflammatory agents during the course of her illness. She had not received gold or penicillamine. In view of her deteriorating condition, she was hospitalized for further investigation and assessment.
Clinical examination revealed a patient with 'end stage' rheumatoid disease. Schirmer and Rose Bengal tests confirmed the presence of Sjogren's syndrome.
Laboratory investigations
Haemoglobin 13.7 g/dl, mean corpuscular volume 92 ug ', ESR 52 rnm/hr. Serum B!2 normal, serum folate 1.8 ng/rnl (normal> 3), red cell folate 33 ng/ml (normal range 160-640), serum iron 10 umol/l (normal range 10-30). Bone marrow biopsy: predominantly normoblastic erythropoiesis with moderate number of megaloblasts. Sheep cell agglutination test I: 640, latex test 1: 128, antinuclear factor I : 1000. Serum calcium was consistently low -1.60 mmol/l (normal range 2.25-2.62) and serum phospate was 1.60 mrnol/l (normal range 0.8-1.4), alkaline phosphatase 90 iu/I (normal range 10-100), serum magnesium 0.78 mmol/l (normal lange 0.75-1.1). Creatinine clearance 114 ml/rnin. 24-hour faecal fat excretion, xylose tolerance test, and barium meal and follow through were all normal. Serum parathyroid hormone 440 ngjl (normal range 250-1200) when serum calcium was 1.60 rnmol/l.
Discussion
A diagnosis of hypoparathyroidism was made on the basis of low serum calcium, high serum phosphate and a normal alkaline phosphatase level. The parathyroid hormone level was in the lower range of normal. However, it is important to relate the parathyroid hormone level to coincident serum calcium (Freaney & Muldowney 1977) and it was clear that the level in this case was abnormally low when related to the serum calcium, suggesting impairment of responsiveness of the parathyroid glands to fluctuations in calcium levels.
Other potential causes of hypocalcaemia, such as renal disease and malabsorption syndrome, were excluded by the findings of normal renal function and intestinal absorption studies.
There was no radiographic evidence of osteomalacia. A small intestinal biopsy was attempted on two occasions, but failed because of the excessive 'dryness' of the oesophageal mucosa -a complication of Sjogren's syndrome. The low red cell folate observed can be attributed to the rheumatoid disease, as it is not an unusual finding in this condition (Gough et al. 1964 ) and since close questioning revealed a normal dietary intake of folate.
Hypoparathyroidism may be caused by defective hormone production or by failure of hormone action. The former category comprises postoperative hypoparathyroidism after surgery to the neck and idiopathic hypoparathyroidism -a rare disease which occurs in both familial and sporadic forms. An autoimmune pathogenesis has been implicated in idiopathic hypoparathyroidism in view of its relationship with hypoadrenalism, Hashimoto's thyroiditis and ovarian failure (Blizzard et al. 1966) . Our patient, who has had no surgery to the neck, has rheumatoid arthritis and Sjogren's syndrome, both conditions associated with immunological abnormalities, and it is possible that the hypoparathyroidism may have an autoimmune pathogenesis in this case.
Magnesium deficiency has been implicated as a reversible cause of parathyroid hormone synthesis and secretion. However serum magnesium levels were normal.
The second category, failure of hormone action, comprises target tissue unresponsiveness to parathyroid hormone (pseudohypoparathyroidism), and inhibition of the peripheral action of parathyroid hormone by agents including steroids (Kahn et al. 1964) and prostaglandin E 1 (Beck et al. 1972) . The patient did not have the associated skeletal abnormalities of pseudohypoparathyroidism. Steroids have never been administered in this case but the presence of inflammatory joint disease and elevated prostaglandin levels could be significant features. It is important to realize that partial subclinical forms of hypopara~hyroidism .may occur and merit treatment to prevent long-term consequences of hypocalcaemia. Our patle.nt h~d no symptoms or signs to suggest hypocalcaemia. Y.et she has resp~nded ",:ell to vitamm 0 !herapy. Initially she was given 50 000 units three times per week, With~satlfactory response In the serum calcium. The serum phosphate rose to 2.2 mmol/l and the vitamm 0 w~s .reduc~d to 20000 units three times weekly ( Figure I) . As far as we are aware, idiopathic hypoparathyroidism has not been previously reported in association w.i t~.either rhe.ut?at?id arthritis or Sjogren's syndrome. Its occurre~ce mu.stbe rar~, but th~posslblh.ty ofpreclpltatl~g overt hypoparathyroidism in a rheumatoid~atlent by introducing ster?ld therapy me~lts attention and should remind the rheumatologist to check the serum calcium before startmg treatment.
Waldenstrorn 's macroglobulinaemia is a chronic disease of unknown aetiology characterized by a proliferation of B celIs and a monoclonal increase in serum levels of IgM. The original report of Waldenstrom (1944) has been folIowed by a number of case reports and reviews which document the classical features of anaemia, fatigue and a variable incidence of lymphadenopathy, hepatosplenomegaly and hyperviscosity syndrome. Other less common complications include pulmonary infiltration, renal disease and dermatological manifestations. We report here a patient who presented with urticaria.
